Excessive sweating of the face and, to a lesser degree, of the thorax and limbs, occurred after basilar artery occlusion in a 15 year old Saudi boy. Magnetic resonance imaging (MRI) showed a limited bilateral paramedian infarction of the rostral ventral pons. Basilar artery occlusion in children and adolescents is a rarity. Excessive sweating following such a stroke is rare in any age group. Clinico-anatomical correlations are discussed.
The level of consciousness of the patient improved rapidly. Three days after admission, he was opening his eyes and could follow instructions. Nevertheless, severe tetraplegia and bilateral facial paresis was still present. The tongue and palate were paralysed. Face and body pain sensation and ocular movements were normal. A MRI carried out during the third week showed the limits of the brainstem infarction: it involved, on sagittal view, the rostral half of the ventral pons ( fig  2a) and, on axial views, the anterior part of the territories of the paramedian branches of the basilar artery at this level (fig 2b) . The infarct was more extended posteriorly on the right side.
An unusual sweating disorder was noticed from the second hospital day. Excessive bilateral sweating of the face and, to a lesser degree, of the thorax and limbs was noted. This occurred independently of the temperature of the patient (37°C) and the air-conditioned room (23-25°C). Sweating was very obvious when the patient was angry, distressed or in pain and increased dramatically when hot food was administered through the nasogastric tube. This exessive sweating decreased slowly and disappeared after 30 days. Two months after onset, the patient was still severely tetraplegic with brisk reflexes and bilateral Babinski sign. Upper limbs were fixed in flexion and lower limbs in extension. Sensation was normal. Bilaterial facial paresis predominantly of the lower part of the face was still present and he exhibited intermittent spastic laughing. He required feeding by nasogastric tube due to the paralysis of the tongue, palate and pharynx. Sweat function remained normal.
Discussion
Excessive sweating has been reported in many lesions of the central nervous system. It is a classic feature of tetraplegia and high level paraplegia after spinal cord trauma and is usually associated with episodes of autonomic hyperreflexia.5 It has also been described in hemispheric strokes,' mainly when the cerebral lesion involved the opercular cortex. In these cases, hyperhidrosis was limited to the contralateral side of the body. Excessive sweating, however, is very rare in stroke. It was recorded only in three of 633 consecutive strokes by Lubar et al. 6 We found only one reported case of excessive sweating associated with brainstem infarction.7 Hyperhidrosis was not mentioned in the clinical discussion and necropsy examination showed an extensive bilateral infarction of the basis pontis.
In our case, the temperature and the electrolyte status were normal on admission and this suggested that the brainstem infarction demonstrated by MRI was the cause of the excessive sweating and not its consequence. 
